. Post-exercise Hsp72 concentrations also stimulate neutrophil phagocytosis and chemotaxis through TLR-2 together with its cofactor CD14.
Chemotaxis and phagocytosis of neutrophils and macrophages are two important functions in the inflammatory response. However, while inflammation plays an important role in host defence, uncontrolled inflammatory reactions are responsible for the initiation and progression of autoimmune and inflammatory diseases. In this context, it has also been found that intense exercise also alters the proinflammatory-anti-inflammatory cytokine balance, which is critical for inflammatory and autoimmune diseases; mainly in women, who are more susceptible to these types of pathologies. It has been reported that glucocorticoids, noradrenaline and Hsp72 modulate the release of pro-inflammatory cytokines by phagocytes and other immune cells (2, 3) . In addition pro-inflammatory cytokines, such as IL-1, IL-6, IL-8, interferon-g and TNFa can inhibit food intake. IL-1, together with catecholamines and glucocorticoids, may regulate glucose homeostasis during an immune response; probably, as recently reported, serving to divert glucose to inflamed tissues to satisfy the high energy cost of the immune response (4) . During exercise muscle-derived IL-6 has been also shown to affect metabolic responses, such as increase glucose metabolism, lipid oxidation and lipolysis (5) . Thus, it is necessary to bear in mind that the immune system is a homeostatic regulatory system that operates in situations of high energy costs such as exercise-induced stress, and, moreover, it is involved in disease situations that also need high energy contributions. This work has been partially supported by 2PR04A076 and DEP2006-56187-C04-03/PREV.
